Abstract
Introduction
Diffuse hepatic calcification in uremic patients is a rare condition. Given the similarity by which our case and previously reported cases developed this rare condition, the underlying mechanism by which such a process occurs remains of interest. Three reported patients suffering from end-stage renal disease developed diffuse hepatic calcification after ischemic hepatic injuries caused by episodes of shock (1) (2) (3) .
Here, we present the case of a patient who developed diffuse hepatic calcification after ischemic hepatitis caused by shock.
Case Report
The patient was a 41-year-old man who had suffered from chronic renal failure due to chronic (Fig. 2) . Nonetheless, at first, the etiology of the rapidly progressing hyperbilirubinemia and increased echogenicity of the liver remained uncertain. The patient's condition gradually deteriorated and eventually he died on the 54th hospital day. i v e r n e c r o p s y s h o wi n g ma r k e d c a l c i f i c a t i o n i n t h e c e n t r a l t o mi d -z o n a l a r e a s o f a  l o b u l e . Vi a b l e l i v e r c e l l s we r e o n l y f o c a l l y s e e n ( H&E , o r i g i n a l ma g n i f i c a t i o n × 5 0 ) . ( B ) I n t r a c e l l u l a r  c a l c i f i c a t i o n wa s o b s e r v e d i n p r o b a b l e h e p a t o c y t e s a n d s o me o f t h e m we r e c o mp l e t e l y r e p l a c e d b y  c a l c i u m d e p o s i t s . ( H&E , o r i g i n a l ma g n i f i c a t i o n × 4 0 0 ) . ( C) I mmu n o c h e mi s t r y a n a l y s i s b y a n t i -c yt o k e r a t i n a n t Fig. 3 Fig. 3 (13, 14) . The present patient became transiently hypotensive due to ventricular tachycardia. It was surprising that with such a short duration of shock, massive ischemic hepatic necrosis occurred. In addition to shock, the underlying passive liver congestion due to heart failure in our patient might have contributed to such massive hepatocellular necrosis (15) 
u e n t d e c l i n e o f GOT a n d L DH. GOT : g l u t a mi c o x a l o ac e t i c t r a n s a mi n a s e , T -B I L : t o t a l b i l i r u b i n , L DH: l a c t a t e d e h y d r o g e n a s e .

T a b l e 1 . L a b o r a t o r y Da t a and lactate dehydrogenase (LDH) was 11600 IU/l (normal, 220-450 IU/l). Other notable laboratory data is also shown in
F i g u r e 2 . S e r i a l s o n o g r a p h i c s t u d i e s we r e p e r f o r me d b e f o r e a n d a f t e r t h e o n s e t o f i s c h e mi c h e p a t i t i s . I ma g e s d e mo n s t r a t e t h a t t h e p a t i e n t ' s l i v e r b e c a me p r o g r e s s i v e l y h y p e r e c h o i c a f t e r i s c h e mi c h e p a t i t i s d e v e l o p e d .
F i g u r e 3 . ( A) L
i b o d y c o n f i r me d t h a t c a l c i u m d e p o s i t s we r e p r e s e n t i n h e p a t o c y t e s s t a i n e d b r o wn . Nec r o t i c h e p a t o c y t e s we r e a l mo s t c o mp l e t e l y r e p l a c e d b y c a l c i u m d e p o s i t s ( l o n g a r r o ws ) . He p a t o c y t e s c o n t a i n e d g r a n u l a t e d c a l c i u m d e p o s i t s ( s h o r t a r r o w) ( o r i g i n a l ma g n i f i c a t i o n × 4 0 0 ) .
Necropsy of the liver was performed and unexpectedly histologic examination revealed calcification in necrotic hepatocytes in the central to mid-zonal areas of the lobules. Hematoxylin and eosin (H&E) stained sections suggested calcium deposition in necrotic hepatocytes (A, B in
) and immunochemistry analysis by anti-cytokeratin antibody confirmed that calcium deposits existed in necrotic hepatiocytes (C in
